Two adults with severe pulmonic valvular stenosis and atrial flutter are presented. This arrhythmia is apparently a rare complication of this particular form of congenital heart disease. In He remained symptom free until 6 months prior to admission to hospital, when he began to suffer from palpitations, fatigue, and dyspnea on effort. On admission, physical examination revealed a slightly underdeveloped patient, cyanotic and dyspneic at rest. Pulse rate was 130/min and regular blood pressure was 120/70 mm Hg. A right ventricular uplift and a systolic thrill over the pulmonic area were palpated. A harsh systolic murmur was heard over the pulmonic area. The liver edge was palpable 2 cm below the costal margin. Hemoglobin was 18 g% and hematocrit was 55%. Chest roentgenograms showed a markedly enlarged right ventricle, prominence of the main pulmonary artery, and decreased vascularity of the peripheral lung fields. The electrocardiogram revealed atrial flutter with 2:1 or 3:1 atrioventricular conduction and severe right ventricular strain ( fig. 1) .
many forms of congenital heart disease, patients with pulmonic stenosis and intact septum appear to be singularly free of this complication. Textbooks on congenital heart disease make no mention of atrial flutter in their descriptions of this condition,14 nor has it been described in the studies of large series of cases published in the recent literature. [5] [6] [7] [8] [9] Our purpose was to present two adults with severe, isolated pulmonic valvular stenosis, in whom atrial flutter was detected at the time of diagnosis. In both patients cardioversion terminated this arrhythmia, being performed before surgery in one patient and in the postoperative period in the other. Other problems in the management of the patients are also discussed.
Report of Cases Case 1 C.P. a 35-year-old man, was aware of the presence of a heart murmur since the age of 12.
He remained symptom free until 6 verted her heart to sinus rhythm. This continued for 4 days only and then atrial flutter reappeared. We attributed the very slow recovery partially to the hemodynamic disadvantages of the arrhythmia. This surmise is supported by the marked improvement which followed the cardioversion.
As concentric hypertrophy of all the right ventricular muscle was found in both cases, no resection of the infundibular area was performed. This procedure would only have prolonged the period on bypass, increased the trauma of the heart, and possibly hampered efficient contraction of the right ventricle in the vital first postoperative days. The tricuspid insufficiency presented more of a problem, particularly in the second patient, in whom it was severe. However, as organic pathology of the valve cusps was obviously absent, annuloplasty did not seem to be indicated as a primary procedure. Had the heart not maintained an adequate circulation in the immediate postperfusion period, we wvere prepared to begin the bypass again and to repair or even replace the tricuspid valve. Tricuspid insufficiency was never a problem in the postoperative period and apparently, once the commissurotomy had relieved the right ventricle of the strain of pumping against tremendous resistance, the tricuspid valve regained competence.
Both patients were restudied 14 months after surgery. Neither had signs of pulmonary insufficiency, but a systolic murmur was audible over the pulmonary area in both patients. The roentgenograms showed that the heart had shrunk in both cases. This was particularly striking in the second patient with the gross cardiomegaly. The electrocardiograms did not show significant changes. Recatheterization of the right heart revealed a minimal systolic gradient across the pulmonic valve in the first patient and a 35-mm Hg gradient in the second. The small annulus in this patient may explain the residual stenosis.
